SUMMARY The present paper compares the temporal changes of cigarette consumption with those of peptic ulcer mortality in the United Kingdom. Cumulative cigarette consumption increased in men born between 1845 and 1915 and remained constant or decreased in all subsequent generations. It increased in women born between 1835 and 1955. In contrast, both male and female mortality from gastric and duodenal ulcer were highest in those born around 1875-1885. From the lack of coincidence in the trends of peptic ulcer mortality and cumulative cigarette consumption it is concluded that changing smoking habits were not responsible for the birth cohort patterns of the death rates from gastric and duodenal ulcer.
Mortality from gastric and duodenal ulcer in many European countries changed in a manner that can be explained by changes in birth cohort risks.' 2 Generations born at the end of the 19th century manifested a high risk of dying from peptic ulcer and carried it throughout their lives. The death rates of gastric and duodenal ulcer decreased in all subsequent generations. The simultaneous occurrence of a birth cohort pattern in different European countries,2 Japan,3 and the United States4 suggests that worldwide, at the same time, the same environmental factors precipitated the risk of dying from gastric and duodenal ulcer. The present paper examines whether the temporal changes of cigarette consumption could have accounted for the birth cohort pattern of ulcer mortality.
Methods

CONSUMPTION RATES
Estimates of cigarette consumption by men and women for each five year age group in each year during the period 1890-1975 and 1972-1982 Smoking and peptic ulcer of persons who were born at the same time, but died at a different age.
The age-and sex-specific numbers of deaths resulting from gastric and duodenal ulcer between 1921 and 1979 were made available by the General Registrars for England and Wales, Scotland, and Northern Ireland. In the calculation of the agespecific death rates, the sum of all the deaths from gastric or duodenal ulcer per 10 year age group and 10 year period was related to the sum of all of living residents in the United Kingdom of the same age and during the same period. For the cohort analysis the age specific death rates were plotted versus the year of birth.
Results Figure 1 compares the average number of cigarettes smoked annually per man and woman resident in the UK with the male and female death rates from gastric and duodenal ulcer. The annual number of cigarettes in terms of constant tar or nicotine cigarettes and the death rates from duodenal ulcer seem to run parallel. The peak of male mortality from duodenal ulcer, however, occurs somewhat later than the peak of either tar or nicotine consumption. The decline in female death rates from gastric ulcer runs contrary to the association between gastric ulcer and smoking which might be suggested by looking at the male data only.
The cumulative cigarette consumption based on current cigarettes increased in all male cohorts born between 1845 and 1915 and remained constant for all subsequent birth cohorts (Fig 2) . Cumulative cigarette consumption based on constant tar or constant nicotine cigarettes shows a smooth peak for men born in the first quarter of the 20th century. Changes in the estimates of tar and nicotine deliveries of cigarettes according to the data of Wald et a19 leave the results of the cohort analysis unaffected. In women, cumulative cigarette consumption in terms of current cigarettes increased for all cohorts born between 1835 and 1955 (Fig 2) . If cumulative consumption is based on tar or nicotine delivery per cigarette, a plateau of cigarette consumption appears to emerge for those born after 1925.
For both men and women mortality from gastric ulcer was highest in the cohorts born around 1875. The highest risk of dying from duodenal ulcer affected male and female cohorts born around 1885 alike, although the subsequent decline was less marked in women than in men (Fig 3) . Figure 3 was negligible.
Discussion
Cigarette smoking did not start in men and women before 1888 and 1920, respectively. The increase in cigarette consumption occurred at the same time as and seemingly parallel with a marked increase in the mortality of duodenal ulcer (Fig 1) . The more differentiated graphs of age-specific death rates and age-specific cumulative cigarette consumption, however, disprove the contention of smoking being the main factor responsible for the pattern of ulcer mortality during the last 60 years. In all age groups, both gastric and duodenal ulcer were already quite frequent before the beginning of cigarette smoking. The death rates of gastric and duodenal ulcer show a similar pattern in men and women. Male and female cohorts with the highest risk of dying from peptic ulcer were born about the same time. Cumulative cigarette consumption is considerably different in men and in women. A peak of cumulative cigarette consumption based on constant tar or nicotine content occurs only in the male cohorts born around 1915, but not in the female birth cohorts. The male cohorts with a high risk of dying from duodenal ulcer were born 30 years earlier than those cohorts with the highest rates of cigarette smoking and uptake of tar or nicotine. The peak of the cohort age contours, if any, is much broader for the cumulative cigarette consumption than for the death rates. The age specific mortality of cohorts born after 1895 already showed a decline when the cumulative cigarette consumption was still on the rise. The lack of correlation between the cohort age contours of cigarette smoking and peptic ulcer mortality suggests that smoking is not the main determinant of the birth cohort phenomenon of peptic ulcer mortality to learn that the precise mechanism of bilirubin, encephalopathy remains unknown and no technique can be recommended which provides a reliable predictive index of the risk of bilirubin encephalopathy in the individual infant. All chapters critically review the current state of knowledge and define a perspective for further studies. The book will be an essential companion for those interested in bilirubin metabolism. For paediatricians it provides a comprehensive review on all aspects of kernicterus and its prevention, while for the internist the chapters on genetic disorders will be of particular interest.
As is perhaps invariable with a multiple author book, the majority of references date from 1983, or earlier though in some chapters references up to 1985 have been added in proof. In spite of this criticism this book should be available in all libraries used by gastroenterologists and paediatricians.
